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disease, and again a dietitian con®rmed adherence to a strict gluten-free diet. Her haemoglobin was 12.6 g/dL, mean corpuscular volume 82 fL, albumin 33 g/L (normal 35±50), antiendomysial antibody positive, vitamin B12 normal and red cell folate low at 145 ng/mL (normal 4185). A barium follow-through showed a rather featureless jejunal mucosa but no obstructive lesion of the small bowel; nothing abnormal was seen on an ultrasound scan of the abdomen. In view of her worsening symptoms despite a gluten-free diet, she was started on prednisolone, initially 30 mg daily, and over the next year her clinical condition improved, with resolution of her diarrhoea and a weight gain of 5 kg. At the time of discontinuation of prednisolone a year later she developed involuntary writhing movements of her left limbs. On examination she had choreo-athetoid movements involving the left limbs and persistent dysarthria. There was no associated weakness and sensation was normal. At that time she was taking digoxin, aspirin, ferrous sulphate and thyroxine; she had never received any neuroleptic medication. Magnetic resonance scanning of the brain and brainstem was normal, with no evidence of an infarct and no lesion in the basal ganglia. Genetic testing for Huntington's diseaseÐa search for the hallmark abnormal CAG repeats on chromosome 4Ðwas negative. No underlying neurological disease to explain her chorea was found.
Her chorea continued and seven months later she developed acute abdominal pain. At emergency laparotomy she was found to have a perforated jejunal tumour, which was resected. It proved to be a non-Hodgkin's T-cell lymphoma. She subsequently had intravenous chemotherapy with doxorubicin, cyclophosphamide and vincristine, but deteriorated three months postoperatively and died.
COMMENT
Apart from the lack of response to a gluten-free diet this patient had typical coeliac disease, and subsequently developed the recognized complication of T-cell lymphoma of the jejunum. There is an argument, however, that patients who do not respond histologically to a gluten-free diet do not strictly have coeliac disease. Enteropathyassociated T-cell lymphoma is most likely to develop in coeliac patients who either do not adhere to 3 or do not respond to 4,5 a gluten-free diet. The prognosis for this tumour is poor.
Various different neurological abnormalities have been recognized in coeliac disease 1, 2 . The most common are ataxia, neuropathy and epilepsy. We have found no previous report of chorea. Our patient had no associated neurological disease, no history of taking drugs with extrapyramidal effects and no genetic markers for Huntington's chorea. Although her chorea may have been a neurological association of her refractory coeliac disease, an alternative explanation is that it was a paraneoplastic complication of her impending T-cell lymphoma. Chorea has been described as a paraneoplastic phenomenon in patients with non-Hodgkin's lymphoma 6 , but to our knowledge this is the ®rst case where it has been associated with lymphoma arising from a background of coeliac disease. The ®nding of chorea in association with coeliac disease should prompt a search for possible underlying intestinal T-cell lymphoma.
seen on plain radiography (Figure 1 ). While awaiting an MRI scan he received physiotherapy, which exacerbated the pain. The MRI scan ( Figure 2 ) showed multiple bone lesions, lobulated masses of low signal, in the lower femora. There was also breakthrough of the cortex. The menisci and cruciates were normal. The changes were consistent with a lymphatic or vascular abnormality, but all the blood tests (including myeloma screen and bone pro®le) were normal apart from a high serum calcium, 3.42 mmol/L. Vitamin D metabolites and 24-hour urinary calcium were not measured. The patient had noticed a swelling on the right side of his mandible and was referred to the oral and maxillofacial team. On plain radiography there was a radiolucency between the two premolar teeth, and biopsy showed a brown tumour of hyperparathyroidism. The parathyroid hormone concentration was 553 mmol/L (normal range 10±70). On ultrasonography there was no evidence of a mass lesion in the neck. A skeletal survey was not performed.
Neck exploration, undertaken by the general surgical team, revealed a 2 cm diameter left parathyroid adenoma, which was completely excised; a normal parathyroid gland was also excised. Postoperatively the patient became hypocalcaemic, and needed intravenous calcium. Oral calcium and vitamin D supplements were also prescribed. At follow-up serum calcium had stabilized at 2.20 mmol/L, alkaline phosphatase was normal, the bony symptoms had completely resolved, and plain radiographs of the femora showed resolution of the previous abnormalities.

Brown tumours of bone or osteitis ®brosa cystica (von
Recklinghausen's disease of bone) are a feature of longstanding hyperparathyroidism. Microscopically, there is a combination of osteoblastic and osteoclastic activity, with associated cyst formation. Giant cells, haemosiderinladen macrophages and ®broblasts ®ll the lytic lesions. These are not neoplasms and the brown appearance results from vascularity, haemorrhage and haemosiderin. They also contain ®brous tissue.
The earliest bony changes in hyperparathyroidism are seen in radiographs of the hands, where subperiosteal erosions can be detected in the phalanges, especially on the radial aspect of the middle phalanx and terminal tufts. The skull acquires a mottled appearance with lucent cystic areas (`pepperpot skull').
In retrospect, the lesion in our patient's knee was probably a brown tumour, though a biopsy was not done. Brown tumours are now rare in the UK because biochemical assays allow early diagnosis of hyperparathyroidism. The usual sites of these lesions are the ribs, clavicles, pelvic girdle and facial bones 1 may be a pathological fracture. The lower limb is seldom affected. Lloyd 2 describes the case of a 14-year-old boy with genu valgum, apathy, chorea, ataxia and hypercalcaemia. Osteitis ®brosa cystica was seen in the metaphyses of both femora, and iliac crest biopsy showed brown tumour.
In Asia the condition is more commonly encountered. From India, Mishra et al. 3 report 20 patients with primary hyperparathyroidism and brown tumours in the spine, pelvis and lower limbs, some associated with spontaneous fractures. These patients had a low mean age (38 years) and showed vitamin D de®ciency with low bone mineral density. The authors postulate that, in these Indian patients, de®ciency of vitamin D contributed to the pathogenesis of primary hyperparathyroidism. In an immunocompromised patient, a urethral stricture can have life-threatening consequences.
CASE HISTORY
A man aged 35 was worried by a painless lump below his scrotum, present for some 6 months. He also complained of obstructive voiding symptoms but denied any history of trauma or urethritis. He had been diagnosed with HIV four years previously and was receiving triple therapy with a CD4 count of 150610 9 /L. On examination he had a lump in his perineum the size of a golf ball. An ultrasound scan suggested a urethral diverticulum. He did not attend for follow-up as requested but returned 5 months later with a large¯uctuant perineal mass, with ischaemic changes to the overlying skin ( Figure 1 ). An ultrasound and urethrogram showed a tight bulbar stricture with a track via Cowper's duct and gland into the perineum (Figure 2 ). Later that day he underwent urethroscopy, optical urethrotomy and debridement of necrotizing fasciitis. A large infected urinoma was drained and the track to Cowper's gland was curettaged. 4 months later he was well, with a normal urethrogram.
COMMENT
Cystic dilatation of the main duct of Cowper's bulbourethral gland is well documented 1,2 . This case, however, demonstrates not only dilatation of the duct and gland but also the development of a communication to the perineum and subsequent urinoma formation, seemingly not reported previously. A combination of a tight urethral stricture and the immunocompromised state of the patient led to the development of a life-threatening condition.
In his original description of infective necrotizing fasciitis Jean Alfred Fournier described a rapidly progressive genital gangrene that was idiopathic in origin 3 . This case re¯ects the emergence of HIV as a major risk factor in the development of the condition. 
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